Takotsubo syndrome (TTS) is an acute form of reversible heart failure (HF) and can have a protean presentation.[@bib0005], [@bib0010] It poses a diagnostic challenge, which is of significant clinical relevance given the different management strategies when compared to other causes of acute HF.[@bib0005] Although this entity was first described over 25 years ago, the specific pathophysiologic pathways leading to its development remain elusive.[@bib0010], [@bib0015] Currently, several possible mechanisms have been proposed for the occurrence of TTS, as recently elegantly reviewed in the Journal by Gupta et al.[@bib0020] Interestingly, catecholaminergic imbalance seems to play a pivotal role in its expression,[@bib0010] and reports of overlap between coronary vasospasm and TTS have suggested possible common pathways.[@bib0010], [@bib0025]

We present the case of a 70 year-old female patient who presented to the emergency department due to intense chest pain which started while she was resting, and had about one hour evolution. She also described intermittent bouts of similar chest pain in the three days prior to admission. Her previous medical history included arterial hypertension, dyslipidemia, asthma, euthyroid goiter and clinical depression. At admission she was still symptomatic, and hemodynamically stable. Her electrocardiogram (ECG) showed sinus rhythm, and discreet ST segment elevation in the lateral leads ([Fig. 1](#fig0005){ref-type="fig"}). Due to her symptoms and the ECG changes, she was referred for cardiac catheterization (CC). The CC showed no significant epicardial coronary artery disease, but the ventriculography demonstrated a moderately reduced left ventricular ejection fraction (LVEF), as well as hypercontractility of the basal segments and hypocontractility of all mid and distal left ventricular (LV) segments ([Fig. 2](#fig0010){ref-type="fig"}).Fig. 1Electrocardiogram at presentation.Fig. 1Fig. 2Cardiac catheterization showing wall motion abnormalities typical of a Takotsubo syndrome.Fig. 2

Given the clinical presentation and the data from the CC, she was admitted to a cardiac intensive care unit (CICU) with the diagnosis of a TTS.

At first she showed progressive clinical improvement, and her ECG evolved with diffuse ST-T changes ([Fig. 3](#fig0015){ref-type="fig"}A). During her stay at the CICU, however, she had recurring episodes of chest pain similar to the one at admission but of higher intensity. Her ECG (during pain) presented *de novo* antero-lateral ST segment elevation ([Fig. 3](#fig0015){ref-type="fig"}B), and both clinical status and electrocardiographic changes were reversed with the administration of sublingual nitroglycerin. This presentation was assumed as coronary vasospasm, and beta-blockers were discontinued while therapy with long-acting nitrates and calcium-channel blockers was started. After therapeutic optimization there were no recurring episodes of chest pain, and the patient's subsequent hospitalization was uneventful. She was discharged still maintaining a mildly reduced EF as well as hypocontractility of all LV distal segments. At follow-up the patient did not experience new episodes of chest pain and had a complete reversion of ECG repolarization changes ([Fig. 3](#fig0015){ref-type="fig"}C), as well as presenting with a normal LVEF and no significant wall motion abnormalities.Fig. 3A. Electrocardiographic evolution after hospital admission, showing diffuse repolarization abnormalities. B. Electrocardiogram showing *de novo* ST-T changes during a bout of chest pain. C. Follow-up electrocardiogram, with reversal of repolarization abnormalities.Fig. 3

Although clinical insight into TTS has greatly expanded over the years, its specific mechanism remains controversial.[@bib0020] One of the most established and unifying hypothesis pertains to sympathetic nervous system derangement and subsequent catecholaminergic imbalances.[@bib0030], [@bib0035] The possible overlap between TTS and coronary vasospasm has been highlighted in the contemporary literature, although the specific nature of a possible relationship still warrants further ascertainment.[@bib0005], [@bib0010], [@bib0040], [@bib0045], [@bib0050] As described in this case report, and in accordance with the current guidelines, the presence of both these entities can have therapeutic importance.[@bib0005], [@bib0055] In TTS, the possible role of cathecolamine-induced cardiac damage is highlighted in the current European Society of Cardiology position paper, where avoidance of inotropes (such as noradrenaline and adrenaline) should be considered,[@bib0005] as this could further worsen the patient's clinical status.[@bib0005], [@bib0060] On the other hand, in patients with reduced LVEF (such as the case presented), beta-blockade should be considered.[@bib0005] Given the high likelihood of coronary vasospasm in this case, and the possible adverse effects of beta-blockers in this setting,[@bib0045] this therapy was discontinued, with the patient having no more chest pain episodes after further optimization.

This case report highlights the presence of coronary vasospasm in a patient with concurrent TTS. Given the important considerations in terms of both diagnosis and treatment, the nature of the association between these two entities, as well as the role of specific therapeutic agents, should be the focus of further research, given its clinical importance.
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